A case is reported in which a rectal vilious adenoma was complicated by severe fluid and electrolyte depletion producing recurrent renal failure. The pathophysiology of the depletion syndrome and its complications are discussed. Successful management by acute haemodialysis and early surgical resection of the tumour is described.
Introduction
Rectal villous adenomas represent 1 to 3% of all bowel neoplasms but it was not until 1954 that its rare association with a fluid and electrolyte depletion syndrome was recognized. Since then several reports have described a syndrome of severe dehydration, hyponatraemia, hypochloraemia, hypokalaemia and metabolic acidosis occasionally resulting in cardiovascular collapse, renal insufficiency and death.1 This clinical picture results from the chronic fluid and electrolyte depletion in the watery, mucinous rectal discharge occasionally associated with these tumours.2 To emphasize the magnitude of the metabolic disturbance that may develop and the high index of suspicion required for diagnosis, a case of recurrent acute renal failure due to a large rectal villous adenoma is reported. The pathophysiology and management of the villous adenoma depletion syndrome are discussed.
Case report
A 69 year old female was admitted as a medical emergency with a one week history of postural dizziness, vomiting and lethargy. She attributed the symptoms to a non-steroidal anti-inflammatory drug (NSAID) recently prescribed for worsening muscle cramps. For 6 months she had noted increasing thirst and polyuria, generalized myalgia and 3kg weight loss. There was no other history and in particular she denied any disturbance of her bowel habit. On examination she was very ill, grossly dehydrated, acidotic and uraemic. The blood pressure was 80/60mm Hg supine with a postural fall to 40/0mm Hg. The rest of the examination was normal. Rectal examination revealed no abnormality. Urinalysis showed blood, protein, no casts and a significant growth of coliform bacilli. Immediate investigations revealed: haemoglobin 16.2 g/dl, haematocrit 0.51, white blood cell count 23 x 109/l, serum sodium 129 mmol/l, potassium 3.0 mmol/l, urea 86 mmol/l, creatinine 999 imol/l, chloride 67 mmol/l, and glucose 6.5 mmol/l. Arterial blood gases: pH7.12, Pcoz 2.2kPa, Po2 15.2kPa and bicarbonate 8 mmol/l. Spot urine biochemistry showed: sodium less than 10 mmol/l, potassium 18 mmol/l and urea 94 mmol/l. Despite her marked state of dehydration the urine osmolality was only 347 m osmol/l (serum 326 m osmol/l). She was resuscitated with 6 litres of normal saline and haemodialysed once against a high potassium dialysate. The urinary tract infection was treated with ampicillin and the NSAID stopped. Her general condition improved and with rehydration she became polyuric. Five days after admission the serum urea and electrolytes were normal apart from hypokalaemia, 3.1 mmol/l. Intravenous urography was normal and upper gastrointestinal endoscopy showed scattered antral erosions. The patient was discharged with a presumptive diagnosis of acute renal failure due to hypovolaemia and urinary tract infection. The hypovolaemia was attributed to NSAID-induced gastritis and vomiting.
The patient was readmitted two weeks later with a similar clinical picture. However, on this occasion rectal examination detected the presence of a soft, mobile, fleshy mass at the finger tip. The patient once again denied any disturbance of her bowel habit. Serum biochemistry showed: sodium 130 mmol/l, potassium 3 
